SUMMARY We describe a patient who, 6 months after the onset of Reiter's disease associated with a destructive peripheral arthritis and keratodermia blenorrhagica, developed fulminating colitis. The possible relationship between Reiter's disease and ulcerative colitis is discussed, and the need for further family studies to assess its validity is stressed. 
There is considerable interest in the interrelationship of a number of diseases forming the seronegative spondarthritides, and the subject is discussed in detail in the latest edition of Copeman's Textbook of the Rheumatic Diseases. 1 The association of Reiter's disease with ankylosing spondylitis and psoriasis has been confirmed by several family studies. Its association with inflammatory bowel disease is less well documented. We describe here a case of severe Reiter's disease in a patient who subsequently developed fulminating ulcerative colitis.
Case report
A 40-year-old man presented in April 1980 with a 5-week history of polyarthritis, initially involving his knees and later his ankles, right shoulder, and right second metacarpophalangeal joint. He was being successfully treated for essential hypertension with hydrallazine and atenolol. A full blood count was normal, ESR (Westergren) 53 mm/h, antinuclear factor negative, and differential agglutination test for rheumatoid factor negative.
Hydrallazine was stopped and prazosin was substituted. A few days later he complained of dysuria and developed buccal ulceration and a scaly rash on his palms and soles. A diagnosis of Reiter's disease was made and he began erythromycin 250 mg 4 times a day. Over the next 2 days his arthritis deteriorated, he became unable to walk, and was admitted to hospital.
Accepted for publication 6 At follow-up 6 weeks later his colitis was quiescent and his keratodermia had almost cleared; his joints, however, had deteriorated, but there were no signs of active synovitis. A photograph of his hands at this time is shown in Fig. 1 . X-rays of his hands showed evidence of an asymmetrical inflammatory polyarthritis involving some of the metacarpophalangeal joints, the left carpus, and many of the interphalangeal joints associated with juxta-articular osteoporosis, cartilage loss, and scattered bony erosions. Of the seronegative spondarthritides ankylosing spondylitis is the only condition to show a definite association with ulcerative colitis. In these cases the spondylitis frequently antedates the colitis. There is also an increased prevalence of psoriasis and/or ankylosing spondylitis in patients with Crohn's disease and their first-degree relatives. Our patient had no family history of these associated diseases, though it is interesting to note that he is B27 positive. 65 % of patients with Reiter's syndrome are B27 positive, and the frequency approaches 100 % in those patients developing sacroiliitis, uveitis, or circinate balanitis. The most recent sacroiliac jointx-ray in our patient is suggestive of an early, asymptomatic left sacroiliitis.
Although our patient did not fulfil the classical triad of Reiter's disease, since he lacked conjunctivitis, the onset of large-joint arthritis, nonspecific urethritis followed by severe keratodermia blenorrhagica, circinate balanitis, and oral ulceration is well recognised as an 'incomplete' form of the disease. Conjunctivitis is the most variable component of the triad and often goes undetected. In this case the arthritis was noticeable for its aggressive course, resulting in early joint deformities in the hands, and it is generally accepted that severe arthritis is often associated with severe mucocutaneous manifestations of the disease. The radiological appearance of the large bowel was in keeping with an ulcerative colitis rather than with Crohn's disease despite the development of an anal fistula, which is a complication now generally regarded as common to both conditions.9 The possibility that the colitis was precipitated by azathioprine and/or indomethacin was considered, but the fact that the main exacerbation occurred 10 days after withdrawal of these drugs make it less likely. A coincidental colitis, of course, cannot be ruled out nor can a possible pre-existing low-grade inflammatory bowel disorder. The previous bowel frequency of 4 motions per day was considered normal by the patient, but the episode of constipation just prior to the acute colitis was a definite change in bowel habit. There had never been any previous history of the passage of blood or mucus.
We have described a B27 positive patient with incomplete Reiter's syndrome and severe keratodermia blenorrhagica who developed fulminating colitis during the initial presentation of his Reiter's disease. No firm conclusions can be drawn from this single case nor from the previous reports, but it would seem that in addition to the already well documented interrelationships between the seronegative spondarthritides, there may be a relationship between Reiter's disease and ulcerative colitis. The confirmation of this relationship must await further extensive family studies of patients with Reiter's disease. Conversely, in several large studies of patients with ulcerative colitis there has been no report of an increased incidence of Reiter's disease. This may be explained by the fact that in the majority of patients with Reiter's disease the symptoms are often selflimiting, the signs of urethritis and conjunctivitis can be overlooked, and the patients show some diffidence in giving such a history. The arthritis is less easily missed, though in a population of patients with ulcerative colitis it may be diagnosed as an enteropathic arthritis rather than being part of a Reiter's syndrome.
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